The clinicopathological findings are presented of two cases of mesolimbocortical dementia. Both cases were characterised by late onset slowly progressive personality changes and progressive intellectual deterioration without clinical Parkinsonism. Neuropathological findings revealed non-specific neuronal degeneration, Holzer One year later, at the age of 82 years, the patient returned for follow up. His memory had continued to deteriorate and there were episodes of urinary incontinence. Verbal output had declined, and he was mute much of the day. Behavioural changes were noted, which included withdrawal, careless appearance and increased impulsivity. His gait was on a broadened base with a suggestion of pedestal turning. The patient died four months later, of metastatic carcinoma with bowel obstruction.
The clinicopathological findings are presented of two cases of mesolimbocortical dementia. Both cases were characterised by late onset slowly progressive personality changes and progressive intellectual deterioration without clinical Parkinsonism. Neuropathological findings revealed non-specific neuronal degeneration, Holzer and GFAP positive gliosis primarily affecting the limbic system, caudate, thalamus and substantia nigra. The pathological findings coincide with the distribution of the non-striatal dopaminergic pathways and suggest an intrinsic involvement of these pathways to account for the clinical and pathological manifestations.
In 1986 Torack and Morris' reported the clinical and pathological findings of a 57 year old woman, who gradually developed an illness characterised by progressive dementia, behavioural changes and Parkinsonism. The pathological process consisted of neuronal loss, non specific degenerative changes, gliosis affecting the limbic system and caudate nucleus, as well as the mesencephalic dopaminergic neurons and their cortical terminal fields. The term "mesolimbocortical dementia" was proposed for this putative new entity.
We report two further patients with dementia and behavioural changes in whom the neuropathological findings were similar to the case described by Torack and Morris. ' We suggest that our cases represent examples of mesolimbocortical dementia. Necropsy and neuropathologicalfindings Significant findings on general pathological examination included emphysema, severe bilateral bronchopneumonia, and ball thrombus in the right atrium. The brain weighed 1080 g. The dura and leptomeninges looked normal. There was minimal atrophy of the inferior temporal and frontal lobes and minimal atherosclerosis of the circle of Willis.
Microscopic examination revealed extensive loss of pyramidal neurons throughout the CAI sector with sparing of Sommer's sector. Hypertrophic gemistocytic astrocytosis was present throughout CAl and extended into the subiculum (fig 4) . The changes were more prominent in the anterior compared to the posterior hippocampus. Bielschowsky and Bodian silver stains did not show intraneuronal neurofibrillary change, senile plaques or granulovacuolar degeneration. The adjacent subiculum and parahippocampal cortex demonstrated marked atrophy, neuronal degeneration, laminar spongiosis and marked gliosis ( fig 5) . Similar gliosis was also present in the paraventricular (alveus and polymorphic neuronal) layer and amygdala. The inferior part of the caudate nucleus was atrophic with neuronal loss and gliosis which extended into the inferior putamen and white matter of the extreme capsule.
Free neuromelanin was noted in the substantia nigra, with minimal neuronal loss and mild Dementia on a vascular basis is the second most common cause of severe intellectual deterioration, accounting for 1030% of all cases of dementia.34 Castaigne et al 5 reported several instances of paramedial thalamic and midbrain infarcts, in which patients developed delayed memory and attention disturbances. It typically has sudden onset or step wise progression and fluctuating course,4 and not the slow progressive course of the degenerative dementia, as observed in the present cases. None of our cases had infarcts.
Selective involvement of the limbic system was described by Kim et al6 in a family in which four members developed dementia in middle or late life. Pathological examination revealed morphological alteration within the Sommer sector of the hippocampus in three cases. However, the findings were primarily that of cerebral atrophy, neuronal loss, gliosis and microcystic rarefaction, and relative preservation of the amygdala and parahippocampal cortex, all features notably absent in our cases. Herpes simplex encephalitis also has a predilection for limbic system structures. 7 The term "limbic dementia" was coined to refer to the syndrome of amnesia and behavioural changes (denial of illness, distractability, change of affect) caused by extensive and selective destruction of the limbic system by HSV.8 No suggestion of a necrotising inflammatory encephalitis was present here.
In 1960 Brierley et al9 described three cases of encephalitis, primarily involving the limbic system, one of which had remote carcinoma at necropsy. Corpus striatum, cerebellum and brainstem were variably involved. These cases probably represent examples of "limbic encephalitis with carcinoma", further defined by Corsellis et al.10 Such patients presented with variable clinical findings including forgetfulness, changes in the level of consciousness, personality changes and sometimes focal neurological signs; ran a subacute course with maximal duration of sixteen months; had neuropathological findings of inflammation and degeneration of the limbic system, sometimes extending to the adjacent cortex, basal ganglia, or brainstem. Our Case 1 died with metastatic carcinoma. No brain metastases were found. The first signs of mental decline appeared two years after excision of a primary carcinoma of the colon and slowly progressed over the next five years. The diag- 
